Chronic interstitial pneumonitis Seventeen bronchoalveolar lavage specimens were taken from 13 children with chronic interstitial pneumonitis that had been present for a mean (SD) 9 (6) months and the procedure was carried out when they were stable clinically. Ten children were from group 1 and three from group 2. They all had stable radiographs showing diffuse nodular or reticulonodular lung patterns. This type of interstitial pneumonitis was associated with cervical lymphadenopathy (all cases), parotitis (9/13), hepatosplenomegaly (9/13), clubbing of the fingers (5/13), and shortness of breath on exertion (7/13). Hypergammaglobulinaemia (>30 g/l) was present in all cases. This picture was consistent with the diagnosis of pulmonary lymphoid hyperplasia.1 PROCEDURES Flexible bronchoscopy, bronchoalveolar lavage, and lavage fluid analysis were carried out as previously described.12 All except one of the bronchoscopies were carried out under local anaesthesia after premedication that usually comprised atropine (0-01 mg/kg given subcutaneously) one hour before the procedure and midazolam (0.3-0.5 mg/kg) or diazepam (0-5 mg/kg) given rectally 10-15 minutes before examination. Two fibreoptic bronchoscopes were used, the Olympus BF 3C10 for children aged less than 7 years and the Olympus BF 4B2 for older children. In the youngest children, and whenever interstitial pneumonitis was severe, the procedures were carried out while the patients were receiving oxygen through the other nostril. Once the tracheobronchial tree had been examined, the bronchoscope was wedged in a lobar or segmental bronchus, usually the middle lobe or the right lower lobe. An initial sample (5-10 ml) of prewarmed physiological saline was injected and then aspirated. This initial sample was discarded as being of bronchial origin. Several samples were then injected and aspirated up to a maximum volume of 10% of the functional residual capacity. The recovered liquid was used for microbiological and cytological studies: part of it was used for immunofluorescence screening (for Legionella pneumophila, respiratory syncytial virus, parainfluenza virus, herpes simplex virus, cytomegalovirus, and adenovirus), and cultures for viruses, bacteria, fungi, and mycobacteria. A total cell count of nucleated cells was done on the lavage fluid, and 12 Cytospin preparations were made by cytocentrifugation at 30 g for 10 minutes on a Cytospin 2 (Shandon Southern Instruments). These were stained by May Grunwald Giemsa, periodic acid Schiff (PAS), Gram, Grocott, Ziehl, and Perls, and examined for cytological evidence of fungal, viral, and parasitic infection and for the presence of siderocytes. The remaining fluid was cytocentrifuged for 10 minutes at 60 g, the sediment was fixed in Bouin's solution and embedded in paraffin, and histological sections were cut and stained with haematoxylin and eosin, PAS, and Grocott. During acute interstitial pneumonitis, the overall microbiological yield of bronchoalveolar lavage was 75%, and P carinii was the predominant opportunistic infective agent (63%), which is similar to results obtained in AIDS related interstitial pneumonitis in adults3 18 19 as well as in children.5 20 20 27 In pulmonary lymphoid hyperplasia, bronchoalveolar lavage provides supplementary diagnostic evidence, both confirming the absence of opportunistic infection' 27 and showing a large increase in lymphocytes without a corresponding increase in polymorphonuclear neutrophils.2v27 Mean percentages of lymphocytes and neutrophils were significantly different from those found in children with P carinii pneumonia. In none of the 17 bronchoalveolar lavages was P carinii identified; only two grew cytomegalovirus, and one an adenovirus. This absence of P carinii infection should be correlated with the immune state of this group of children: 10 of 13 were in group 1 and had normal antigen induced lymphocyte proliferation. Here again, although the Centers for Disease Control criteria include P carinii pneumonia and pulmonary lymphoid hyperplasia in the same P2 subgroup, the two diseases are quite different in several points (especially immunological), and the better medium term prognosis for cases of pulmonary lymphoid hyperplasia.1 15 The mechanism of this lymphocytosis is not yet known. There is a latent lymphocytic alveolitis that is probably specific and linked to the HIV virus itself. 8 29 The development of pulmonary lymphoid hyperplasia might be the result of an increase in this alveolitis and occur under the influence of a cofactor, such as Epstein-Barr virus. 29 In conclusion, flexible bronchoscopy and bronchoalveolar lavage should be advocated as a primary procedure in the exploration of interstitial pneumonitis in children infected with HIV. The detection of opportunistic infections especially P carinii should decrease the indications for open lung biopsy, which should be reserved for children in whom bronchoscopy was not diagnostic and whose clinical condition was deteriorating. Similarly, the presence of lymphocytosis alone in the absence of P carinii and the absence of an increased proportion of neutrophils should also provide additional evidence in children with clinical and radiological suspicion of pulmonary lymphoid hyperplasia.
